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Abstract Results and Discussion

The development of immune checkpoint inhibitors (ICIs) has IFNy treatment increases PD-L1 expression and increases Inflammatory and Kynurenine pathways are downregulated In Silencing the inducible expression of PD-L1 and PD-L1 blockers
dramatically increased over the years; however, it remains elusive who metabolism in ccRCC cells (A498 and 786-0) which is reversed by =~ ccRCC (A498 and 786-0) cells with silencing of inducible Increase the cytotoxic effect of cytotoxic T lymphocytes (CTLs) on
will benefit from these therapies and how to monitor their efficacy. We  PD-L1silencing expression of PD-L1 CCRCC cells
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